There are approximately 70 reports in the literature of bleeding colonic varices. This rare cause of lower gastrointestinal haemorrhage is almost invariably associated with liver cirrhosis and consequent portal hypertension' or portal venous obstruction.2 We report a patient who presented with bleeding colonic varices. He has been extensively investigated and we conclude that he has idiopathic colonic varices. We describe his case and review the small number of similar cases reported in the literature. minute and his blood pressure 140/90 mm Hg. Examination ofthe abdomen and rectal examination were both normal. Sigmoidoscopy to 15 cm revealed what was thought to be a polyp, this was biopsied and histology revealed normal rectal mucosa only. A barium enema was carried out and was reported as showing 'polyposis coli' (Figure) . Colonoscopy was undertaken and showed extensive colonic varices. Gastroscopy showed a normal lower oesophagus. Infrared endoscopy excluded dilated submucosal veins in the stomach or oesophagus. Haemoglobin was 14-9 g/l. Clotting studies were normal, ferritin, alphafetoprotein, autoantibody profile, and immunoglobulins were all normal. Hepatitis serology was negative. The liver was bright on sonographic scan, consistent with fatty change, the spleen was normal and three was no evidence of an abnormal portal vein or variceal change around the cardia and splenic hilum.
Superior and inferior mesenteric arteriography was undertaken. The showed a normal arterial anatomy with no evidence of early venous filling, in general the venous anatomy was normal although the veins of the rectum and (Table) . Four of these reports describe an index patient with at least one first degree relative who has evidence of colonic varices. '-'Before concluding that these represent true idiopathic colonic varices significant liver disease and portal venous obstruction must obviously be excluded. In only two of the eight reports6 9 has investigation been adequate to exclude portal hypertension, liver disease and oesophageal varices. Two of the other reported patients underwent liver biopsy.7 "' Both were interpreted as having no significant histological features although that reported by Planus"' was said to show 'portal fibrosis' therefore the 'idiopathic' nature of varices must be viewed with some reticence in this case. In addition, three patients were said to have a normal liver at laparotomy58b9 and in a fourth a normal ultrasound scan texture was reported.7a Liver function tests and serological markers of hepatitis are reported in four cases.7; 9'1 12One of these patients" was shown to have hepatitis B surface antigenaemia. There is no documentation of this patient's portal venous anatomy or pressure. Because of the presence of such a significant risk factor for cirrhosis, this report" is not considered further in the review of idiopathic colonic varices. Case 6a was extensively investigated and together with her aunt6b appears to represent a true case of familial idiopathic colonic varices. Despite the possibility that case 8b may have resulted from previous colonic surgery, the occurrence of varices in a first degree relative with no apparent predisposing factor means that the two patients reported by Beerman,8ab like those reported by Hawkey7ab and SolisHerruzo,"a b may also represent true familial colonic varices, a distinct clinical entity. There is some evidence that portal venous pressure is not raised in these patients and we must therefore assume they result from congenital vascular anomalies. The numbers are too small to draw any firm conclusion on possible modes of inheritance. The fact that case 6a's siblings and parents all had normal colonoscopies, however, would favour a recessive rather than dominant pattern if the inheritance is autosomal.
The age of presentation and treatment of patients with idiopathic colonic varices falls into two groups. Those who ultimately undergo laparotomy present in their 20s or younger. Patients 5a, Sb, and 5c presented with severe bleeding and ultimately a vascular anomaly was shown. This is perhaps the most remarkable of all the reports, comprising three first degree relatives, all of whom presented with significant rectal bleeding and evidence of mesenteric venous hypertension, in whom the same annular aneurysm of the ileocaecocolic artery was found. This bizarre vascular anomaly resulted in compression of a mesenteric vein with consequent variceal change distally. Each required vascular surgery. Case 6a also underwent exploratory laparotomy but a structural cause for colonic varices was not identified. In case 9 an attempt to manage the patient conservatively with repeated transfusion was attempted. Recurrent bleeds and the need for transfusion, however, meant that the patient missed significant amounts of schooling and surgery was therefore undertaken. Case 12 underwent subtotal colectomy for uncontrolled rectal bleeding within 12 days of presentation.
In contrast, the age of presentation in cases 7a, 7b, 8a, 8b, 10, 13 was from the fifth decade onwards. It is of interest that a history of transient rectal bleeding extended back to the third decade in two patients of these7ab and to the first decade in one,"3 suggesting the presence of a congenital vascular anomaly. Late presentation may be the result of vascular degenerative change. The proposition that simple degenerative ectasia leads to development of extensive colonic varices seems rather tenuous, however. It is important to note that even in cirrhotic and non-cirrhotic portal hypertension it is unusual for colonic varices to extend beyond the anorectal area,2 in contrast with these patients. We suggest that all of these patients had a significant inborn vascular anomaly. This group were managed conservatively with blood transfusion only, no deaths as a result of variceal bleeding are reported, and although the numbers are small, it would seem reasonable to adopt a conservative approach to those patients presenting in their fifth decade or later. It is salutary to note that cases 7a, 8a, 8b, and our patient were diagnosed as having polyposis coli after barium enema. Given the familial nature of idiopathic colonic varices and the apparent similarity of the radiographic and sigmoidoscopic appearances of colonic varices to polyps, misdiagnosis, and inappropriate biopsy remain potential pitfalls in the diagnosis of this condition. The prognosis of idiopathic colonic varices would seem to be good at all ages compared with cirrhotic varices,4 this may be related to low pressure in the varices as well as the absence of significant hepatocellular disease.
Idiopathic colonic varices are a very rare cause of rectal bleeding which can only be confidently diagnosed after liver disease and portal venous obstruction have been excluded. They may present at any stage from the first decade of life onwards. Presentation at a young age is associated with significant haemorrhage and there may be an identifiable vascular anomaly. Surgical treatment to prevent further haemorrhage is usually required in these patients. Presentation in later life may be successfully treated conservatively. In this group, the condition may be misdiagnosed as polyposis coli particularly if other members of the family are affected. In all age groups there may be a positive family history with a first degree relative affected and this may relate to an inherited mesenteric vascular anomaly. There is no evidence to suggest that these patients constitute a homogenous group, indeed they may represent a common result of a series of inherited or degenerative vascular anomalies. In all age groups the condition carries a good prognosis.
